Sir, Middleton and colleagues' are to be congratulated in demonstrating that there is no conclusive link between overgrowth of intestinal Candida albicans and the symptomatology of irritable bowel syndrome (IBS).
Sadly, I suspect that the popular health magazines and alternative practitioners who persuade patients that these symptoms are directly linked to the pseudoscience of 'leaky bowels' and candida toxins' are unlikely to alter their views.
I have now seen a large number ofpatients with myalgic encephalomyelitis (postviral fatigue syndrome) who have a coexistent IBS. Almost without exception, a consultation with an alternative practitioner -some of whom are medically qualified -leads to the diagnosis of 'candida' and the recommendation of a highly restricted diet, probiotics, and antifungal drugs including nystatin and ketoconazole. Many general practitioners are perfectly willing to comply with patients' requests to prescribe these drugs despite the fact that no proven fungal infection has been identified.
As a result I have become increasingly concerned that this unjustified use of such medication for long periods of time (which some patients are now receiving) could result in the development ofresistant strains of Candida albicans and other fungal infections. Armed with the evidence from Middleton's paper, I hope that doctors will now call a halt to prescribing potentially toxic drugs for an infection which does not appear to be involved in the pathology of IBS. In late November 1991 he presented with a 2 month history of persistent haemoptysis with fresh or dark red blood, occurring daily mainly first thing in the morning, and varying from traces to half an eggcup in amount. The general practitioner had prescribed antibiotics on two occasions with no benefit. A diary confirmed haemoptysis was occurring every day and most recorded amounts were of 1-2 teaspoonfuls. Chest X-ray revealed that the left upper lobe opacity had grown to 6 cm diameter.
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In view of the distress that the haemoptysis was causing it was decided to try the effect of antifibrinolytic therapy. Tranexamic acid (Cyclokapron) was given in a dose of 1 g three times a day by mouth, and the patient continued to keep a diary. After 2 days of therapy haemoptysis had cleared, and apart from spotting of blood on one day there has been no further haemoptysis over a period of one month, despite stopping therapy after 2 An 83 year old previously well woman was admitted with a 2 day history of fever and increasing confusion. The initial diagnosis was of a pneumonia and she was given a 500 mg dose of intravenous amoxycillin after blood cultures had been taken. However, her condition rapidly deteriorated and re-examination showed that she had developed neck stiffness and a positive Kernig's sign as well as a temperature of 40TC. The cerebrospinal fluid was cloudy with white cells: 378 per pl (98% polymorphs); red cells: 945 per ill; protein 8 g/l; glucose: 3.8 mmol/l; microscopy showed Gram-positive rods.
The results suggested listeria meningitis and the patient was started on high dose intravenous amoxycillin (12 g/ day) and gentamicin. Blood cultures subsequently grew Listeria monocytogenes (later typed 4b). Cerebrospinal fluid cultures showed no growth presumably because antibiotics had been administered before the lumbar puncture.
The pyrexia settled after 4 days of antibiotics, coinciding with a general improvement in her condition. However, she remained aphasic and was unable to swallow safely and therefore nasogastric feeding was commenced. One month into her admission she began to speak and was able to swallow small amounts of semisolid food. Over the next few weeks she fully regained her swallowing reflex and could eat normally, and at the same time her speech improved. Her main problem 3 months following admission is slow rehabilitation due to lack of drive and apathy, and she has poor short-term memory.
This case demonstrates several psychiatric and neurological sequelae ofcentral nervous system listeriosis previously described: dysphasia, dysarthria, apathy, and loss of memory and drive. The patient also demonstrated loss of the swallowing reflex for several weeks following recovery from central nervous system listeriosis, and we believe that this should be included in the list of neurological sequelae of central nervous system listeriosis. 
